Recent epidemiological evidence supports a strong relationship between Helicobacter pylori infection and gastric cancer [1] [2] [3] [4] [5] [6] [7] [8] [9] [10] [11] . The relative risk for cancer with an infection of five years and over is in the region of three to six (Table 1 ). The identification of almost universal co-existence of H. pylori related antral gastritis in patients with duodenal ulcer disease [12, 13] and the subsequent proof of significant reduction in duodenal ulcer relapse rate after successful eradication of the organism [14] [15] [16] forms the platform that H. pylori infection is aetiologically related to duodenal ulceration. Although the relationship between H. pylori infection and gastric ulcer disease appears less convincing than that between H. pylori infection and duodenal ulcer disease, there has been recent evidence from therapeutic study that successful eradication of the organism helps to reduce the gastric ulcer relapse significantly [17] . It is generally accepted that patients with duodenal ulcer seldom develop gastric cancer, the chance of an associated gastric cancer having been estimated to be one-fifth of that of gastric ulcer [18] . It thus appears that H. pylori infection occupies a common ground for three divergent conditions. Geographical differences in the prevalence of peptic ulcer within the same country have been well described, such as the higher frequency in the north than in the south of India, in Scotland than in England, or in the west than in the east of Australia [19] [20] [21] . However, the relationship of the ulcer and cancer distribution within any one country, which may have pathogenetic implications, has not been examined, probably because not many countries are known to have a high prevalence of both conditions. China is a vast country where duodenal ulcer, gastric ulcer and gastric cancer are known to be prevalent and where a systematic study of the distribution of peptic ulcer and gastric cancer has not been reported in the English literature. Such information, together with the knowledge of the H. pylori prevalence should throw light on the pathogenesis of these H. pylori related conditions. This forms the basis of this review.
INTRODUCTION
. Chronic H. pylori infection is known to induce chronic atrophic gastritis, intestinal metaplasia and dysplasia changes [24] . These are known to be pre-cancerous lesions. Among the children living in the high gastric cancer risk areas of China, it has been shown that they have a higher prevalence of H. pylori infection rate as well as a higher gastric atrophy rate than those who live in the low gastric cancer risk areas. For example, the overall H. pylori carrier rate in those under 12 years of age was around 20 percent and around 50 percent in southern and northern China, respectively [25] [26] [27] . Similar contrasts have been reported in other parts of the world [28] .
DUODENAL AND GASTRIC ULCER
It has long been the impression among gastroenterologists in China that the prevalence of duodenal ulcer disease prevalence is much higher in southern China than in the north. A recent survey among the gastroenterologists practicing in eight major medical centers in China revealed that the prevalence of duodenal ulcer in people who had undergone the gastroscopy procedure varied significantly between the north (north of the Yangtze River) and the south of China. The overall prevalence of duodenal ulcer disease Adapted from Chen et al. [23] .
among every 1000 symptomatic individuals in the north and the south was 132 and 232 cases, respectively [29] . [39, 40] in the south and north of China, respectively.
H. pylori positivity rate is significantly higher in patients with duodenal ulcer disease or gastric ulcer disease than those with non-ulcer dyspepsia or normal asymptomatic subjects [37] [38] [39] . According to the limited reports, the H. pylori positive rate was around 45 percent in the non-ulcer dyspepsia subjects. There was a wide variation in the H. pylori carrier rate in the asymptomatic healthy subjects, both in the north and the south of China. Table 2 shows the results of the sero-epidemiology of H. pylori positivity rate in a recent survey performed in 65 rural counties of China scattered both in the north and the south [23] . There was no significant difference in the H. pylori carrier rate between the two parts of China.
H. PYLORI, DUODENAL ULCER AND GASTRIC CANCER While gastric cancer is more prevalent in northern China and duodenal ulcer more prevalent in the south, an inverse relationship was actually observed between the duodenal ulcer and gastric cancer rates in eight cities of China surveyed, as if suggesting that duodenal ulceration protected against gastric cancer and vice versa [29] . This inverse relationship indicates the presence of factors other than H. pylori infection that led to higher cancer rates in the north and higher duodenal ulcer rates in the south. A recent endoscopic biopsy survey of the villagers in Changle [42] , a county in the Fujian province of China having one of the highest gastric cancer rates in the country with an overall incidence of 75 per 100,000 population, showed interesting gastroduodenal pathologies. H. pylori infection was prevalent in 82 percent of the population. Duodenitis, active gastritis and atrophic gastritis occurred commonly and at similar rates in patients with duodenal ulcer, gastric ulcer or gastric cancer. Gastric metaplasia in the duodenum, however, was more common in patients with duodenal ulcer, whereas intestinal metaplasia in the stomach was more common in patients with gastric dysplasia and gastric cancer. These findings suggest the presence of pathogenetic factors other than H. pylori that led to gastric metaplasia in duodenal ulcer patients on the one hand and to intestinal metaplasia in dysplasia and cancer patients on the other. They conform to the concept of heterogeneity for peptic ulcer [43] and with the hypothesis that gastric cancer is the end stage of evolutionary changes including atrophic gastritis, intestinal metaplasia and dysplasia with intervening carcinogenic processes such as high salt and dietary deficiency in antioxidants [24, 28] . The nature of these factors thus remains speculative and awaits urgent identification.
